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STUDIES ON THE PATHOGENESIS OF TICK PARALYSIS 
GENERAL SUMMARY 
1. The mechanisms involved in the pathogenesis of tick paralysis 
have been investigated -en vZvo in paralysed dogs and in vi&W 
using nerve-muscle preparations removed from paralysed mice. 
2. Neurologic and electromyographic examination of paralysed dogs 
indicated that tick paralysis involved a failure of neuromuscular 
transmission* No abnormality of conduction in the nerve trunk 
could be demonstrated and it was considered that the lesion was 
likely to be at or near the neuromuscular junction. 
3. Nerve-muscle preparations from affected mice were found to be 
paralysed when examined 4M vi&io • The paralysis was found to be 
temperature dependent. Results of these experiments supported the 
contention that the lesion was near the neuromuscular junction. 
4. Neuromuscular transmission was examined in preparations from 
paralysed mice. No abnormality of nerve conduction could be 
demonstrated. The release of acetylcholine in response to nerve 
stimulation was depressed due to a reduction in quantal content 
rather than quantal size. Lowering the temperature of the 
preparation partially reversed this effect. These results indicated 
that tick paralysis is due to an abnormality in the mechanism which 
couples nerve terminal depolarisation and acetylcholine secretion. 
5. There is some indication that crude toxin extracted from partially 
engorged ticks could affect nerve-muscle preparations incubated in 
it. 
6. Apart from some secondary changes no significant morphological 
abnormalities could be demonstrated in nerve fibres, muscle fibres 
or neuromuscular junctions from tick paralysed mice. 
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